(33.3%,') known to be hypersensitive to penicillin (Ley, Cahan, and Mayer, 1958a Ley et al. (1958b) to inhibit one of their antibodies. When agglutinates were carefully pipetted on to a slide, the addition of a drop of penicillin solution caused them to break up; they were unaffected by streptomycin or saline solution.
The serum, when undiluted or diluted 1 in 2, produced large loose agglutinates which looked more like those formed by strong anti-Lea sera than like heavy rouleaux; perhaps this type of agglutination occurs when the reactive antigen is passively attached to the red cells. Rouleaux formation was excluded because untreated cells or those treated with streptomycin remained evenly dispersed when tested under the same conditions.
The agglutinin was adsorbed by penicillincoated erythrocytes and eluted; the eluates specifically agglutinated "penicihlinized" cells. The serum became inactive after incubation with the proteolytic enzyme trypsin for two hours at 370 C.; the active component is therefore a protein.
The patient from whom the serum was obtained had received 1 million units of penicillin twice a day for 10 days three months previously. He was clearly not hypersensitive to penicillin, because he had been given a penicillin injection just before the antibody was reported to the clinicians. A second sample of serum collected two weeks later showed no change in antibody titre.
The serum protein described has many of the characteristics of an antibody. Although the history is suggestive, there is really no evidence that it is of immune origin; on the other hand its capacity to act as well at low temperatures as at 370 C., its non-potentiation by AB serum, its inactivity in albumin, and its failure to increase in titre two weeks after the appropriate stimulus indicate that it might not be an immune antibody.
It is thus uncertain that it is an antibody in the strict sense; however, the term is justified in that it is now applied (Wilson and Miles, 1955) These institutions have experienced somehaemolytic transfusion reactions which they could not ascribe to any known blood group antibody; in the light of recent developments it is possible that anti-penicillin antibodies were responsible. It may be stated that it is unwise to add penicillin to banked blood for a different reason. The most dangerous bacterial contaminants of stored blood are certain strains of E. coli and Ps. aeruginosa which multiply readily at blood bank temperature (James and Joan Stokes, 1957) ; these organisms are insensitive to penicillin.
The clinical significance of anti-penicillin antibody is obscure. It appears from the author's case and the experience of Ley and his colleagues that the presence of antibody is not necessarily associated with clinical sensitivity to penicillin;
nevertheless Ley et al. (1958a) found a higher incidence of antibody among persons sensitive to penicillin than among others. It is possible that the antibody responsible for clinical sensitivity is different to the agglutinin for penicillin-coated erythrocytes. Ley et al. (1958a) observed, in a person whose serum contained the agglutinin, that the survival time of transfused erythrocytes previously exposed to high concentrations of penicillin (10-50 mg./ml.) was greatly decreased, whereas it was almost normal in a control. After they gave heavy doses of penicillin (18 million units a day) to a patient with these antibodies in her serum, the erythrocytes developed a positive antiglobulin test and there was a significant fall in the haematocrit. Such doses are unusual; the occurrence of antibody-induced haemolytic anaemia consequent upon penicillin therapy would thus be a remote possibility.
The antibacterial effect of penicillin in vitro was not impaired in the presence of anti-penicillin serum (Ley et al., 1958a) 
